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in fatal cases much necrosis of tubular epithelium (tfig. 503) and this
may be followed by calcification ; urea retention and oliguria are often
marked.
The administration of sucrose intravenously leads to an appearance
resembling intense hydropic degeneration of the renal tubule cells, but
this soon passes off and clearly no serious harm results.
The naked-eye appearances in such conditions are due chiefly
to swelling of the tubules. Accordingly, the kidneys are somewhat
swollen and, on section, the substance bulges on account of the tension.
For the same reason, the capillaries of the cortex contain little blood,
and thus the cortex has a pale, greyish-pink colour and a rather blurred
appearance. On the other hand, the medulla is often intensely con-
gested, and contrasts markedly with the cortex. Occasionally, minute
petechias are present in the substance and on the surface of the organ.
If the condition has lasted for some time, there may be slight yellowish
mottling in the cortex owing to the occurrence of secondary fatty
degeneration.
In all such conditions the glomeruli are free from distinct inflam-
matory change, and it is generally believed that if a fatal result does
not follow, the tubular damage is usually effectively repaired. At
any rate there is not clear evidence that any form of Bright's disease
results, though the possibility of this cannot be excluded. It must
be borne in mind, however, that in animals the damage to the kidneys
produced by metallic salts is often followed by incomplete repair, and
patchy fibrotic atrophy and irregularity of the surface may result.
Lower Nephron Nephrosis. This term has come into general
use to describe the renal lesions found characteristically in persons
suffering from anuria after crush injuries and oligscmic shock, but
essentially similar changes are found after incompatible blood trans-
fusion, paroxysmal hsemoglobinuria, blackwatcr fever, and in a number
of other conditions, including sulphonamide therapy. The crush syn-
drome came into prominence in connection with air-raid casualties, but
is also met with after various forms of trauma in civil life ; similar
renal changes may occur after puerperal haemorrhage (p. 820).
The crush syndrome develops after prolonged compression of a limb
has led to severe ischaemia of the tissues ; on restoration of the circula-
tion following relief of the pressure great loss of plasma into the tissues
takes place owing to loss of capillary tone. Isch&mic necrosis of the
affected muscles follows and products of muscle breakdown are
absorbed. Among these are myoheemoglobiii, potassium, and phos-
phate, including adenosine triphosphate (Green), all of which may be
concerned in the ensuing clinical syndrome. There is pronounced
general vasoconstriction so that shock may not appear at first, but
as a rule it comes on later. Usually within 24 hours the urine is found
to be scanty and of dark reddish-brown colour due to the presence
of pigments and with a heavy brownish deposit of casts and renal
debris. The chief pigment has been shown to be myohsemoglobin